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Low Expression of SP -1 Exerts Protective Effects on Hypoxia — Induced Cardiomyocyte

Injury Through the miR -135b / HIF - 1o Axis
MENG Qingwen, YANG Yang, WEI Junping, YANG Shanshan, HUANG Shan
( Department of Cardiovascular Medicine, The First Affiliated Hospital of Hainan Medical College, Haikou, Hainan, China  570100)
Abstract: Objective To investigate the effect of specific protein — 1(SP —1) on hypoxia — induced cardiomyocyte injury through miR —
135b / HIF - la axis. Methods H9¢2 cells were transfected with si —SP —1 and miR - 135b mimic after hypoxia, anti — miR - 135b
and CoCl(hypoxia inducible factor — 1o, HIF — la activator),SP —1 and HIF — la protein expression were detected by Western Blot(WB) ;the
detection of miR —135b expression was conducted by real —time quantitative polymerase chain reaction(PCR) ; cholecystokinin octapep-
tide —8(CCK - 8) were used to detect cell proliferation;flow cytometry was used to detect apoptosis and reactive oxygen species(ROS)
content ; enzyme — linked immunosorbent assay(ELISA) kit was applied to detect thecontents of tumor necrosis factor — a(TNF — o), inter-
leukin — 1B(IL = 18), and IL - 6; bioinformatics software analysis was applied to predict and verify the targeted binding effect between
miR - 135b and HIF - la by luciferase reporter gene experiments. Results After hypoxia,the expression of SP -1 protein in H9¢2 cells
increased significantly in a time — dependent manner( P < 0.05),and the expression of miR - 135b decreased significantly in a time —
dependent manner( P < 0.05). Compared with the control group,the protein expression of SP—1 and HIF - 1a in H9¢2 cells in the
hypoxia group were 1.467 £0.055 and 1.437 0. 082(P=0.014, P=0.017), and the apoplosis rate| (14.591 £1.863)% , P =
0.000], TNF — [ (5.270 0. 359) pg/mL, P =0.012], IL - 1B[(25. 060 = 1. 212) pg/mL, P =0.000], IL - 6[ (82. 707 = 4. 550) pg/mL,
P=0.000],and ROS(1.239 +0.075, P =0.021) content was significantly increased( P < 0.05),miR - 135b expression(0. 466 0. 071,
P=0.001) and cell proliferation ability[ (67.242 +3.490)% , P =0.008] were significantly reduced( P < 0.05). Compared with the
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hypoxia + siRNA group,the protein expression of SP—1(0.238 +0.039, P=0.001) and HIF - 1a(1. 126 0. 100, P =0. 032) , apop-
totic rate[ (4. 668 £0.731)% , P =0.000], TNF — a[ (3. 901 +0.354) pg/mL, P =0.022],IL - 13[(17. 198 £ 1. 216) pg/mL, P =0. 0021,
IL - 6[(56.742 +4.081) pg/mL, P=0.017] and ROS(1.086 +0.090, P=0.028) were significantly reduced( P < 0.05), miR - 135b
expression(0. 752 0. 094, P=0.015) and cell proliferation capacity|[ (83.550 +2.933)% , P=0.016] were significantly increased( P <
0.05) . miR — 135b targets HIF — la.. CoCl, or anti —miR - 135b can significantly reduce the proliferation[ (48.470 +2.831)% wvs
63.728 +4.192)% , P =0.000, P =0.021],and apoptosis rate[ (41.076 £1.117)% wvs 35.935+1.776)% , P =0.000, P =0.010] and
TNF - [ (6.211 £0. 408) pg/mL »s (5.250 +0.325)pg/mL, P=0.019, P =0.033)],1L - 1B[(43.417 £2.561) pg/mL wvs (38.675 +
1.956)pg/mL, P=0.013, P =0.021],TL - 6[ (110. 440 = 7. 446)pg/mL vs (108.767 +6.589)pg/mlL, P=0.026, P=0.031],and ROS
(1.351£0.073) ws (1.327 £0.041), P=0.024, P =0.035] significantly increased( P < 0.05) of hypoxia H9¢2 cells with low ex-

pression of SP —1. Conclusion
through the miR —135b / HIF - la axis.

The low expression of SP —1 exerts a protective effect on hypoxia — induced cardiomyocyte injury

Key words: specific protein — 1 ;cardiomyocyte injury;miR — 135b; HIF — 1o hypoxia
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10 wmol /L), 37 C 25 F & 30 min, Ff 5 # B
DCFH — DA, AR 20, 3t = 48 e A SRS U
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)8 5% 2 PVDF K E .24 10% BERR W k3 3141 )5, hin
A—#T HIF - 11 : 1000 %) Fl GAPDH(1 : 1500),4 °C
TREWE , B HRP FRid — 4T (1 : 2 500 B ) =
IRH 1 h 5, ECL &% 6.
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P TR & T (P <0.05), 40 M35 fE 7 5535 A
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